Male, aged 61. Ten years' history of slowly progressive weakness, beginning in the right foot, then gradually extending to the other limbs. Four years' history of tremor. Physical examination.-Extrapyramidal signs: Parkinsonian features with oscillations of the tongue, and " piano-playing " tremor of the fingers of both hands. Pyramidal signs: Double extensor responses. Lower motor neuron signs: Wasting of the hands and forearm , showing main en griffe and main du predicateur; more or less generalized fibrillations and lost ankle-jerks. Tone: Flaccid in the upper and spastic in the lower limbs. Wassermann reaction negative in the blood and cerebrospinal fluid. The cerebrospinal fluid shows protein 012%. D'icussion.-Dr. YEALLAND demonstrated the clinical signs which he regarded as
representing a combined lesion of striato-rubral, pyramidal and lower motor neurons. He said it was well known that there was often a lack of correspondence between the lesions and the clinical features of progressive muscular atrophy, inasmuch as the symptoms were usually confined to evidence of disease in the pyramidal and lower motor neurons, although other conducting pathways were found also to be pathologically involved without producing recognizable symptoms. He would welcome the views of members as to whether the lesion causing the progressive muscular atrophy had extended into the extrapyramidal system, or whether two separate diseases were present in this case. After Cruveilhier, the history of progressive muscular atrophy had begun with Duchenne's description of a flaccid type. Charcot regarded a spastic type of the disease as a separate clinical entity and called it amyotrophic lateral sclerosis. The late Dr. James Collier held the view that the pathological background of the two was more or less identical. He (Dr. Yealland) thought that this patient was suffering from one disease-not from two diseases-in spite of the fact that the clinical characteristics of each-i.e. progressive muscular atrophy and paralysis agitans-were conspicuously prominent.
The PRESIDENT asked what were the exhibitor's views on the explanation of the high protein in the cerebrospinal fluid.
Dr. J. R. GREENFIELD said that if this case were considered as one of amyotrophic lateral sclerosis, he did not understand why the ankle-jerks were absent without loss of power in the flexion of the ankle, nor why the upper limbs were flaccid when there was no loss of power in the upper arm. Was not this two diseases, or possibly two lesions, possibly on a vascular basis ? He did not think this case fitted in with the picture of Charcot's amyotrophic lateral sclerosis. Moreover, the cerebrospinal fluid in that disease practically never contained an excess of protein.
Dr. YEALLAND (in reply) said that each of the pathways involved in this case exercised, when damaged, its own peculiar influence on the tone of the muscles. The tendency to flaccidity in the upper limbs and to spasticity in the lower limbs, he thought might be explained by the occurrence of a greater degree of degeneration in the ventral horn cells than in their corresponding pyramidal neurons in the cervical region; and by the occurrence of a lesser degree of degeneration in the ventral horn cells than in their corresponding pyramidal neurons in the dorsolumbar region. He did not know what influence the neurons belonging to a degenerated extrapyramidal system could exert on the muscles when the corresponding ventral horn cells to which the impulses ultimately converged were also degenerated, except in respect of the clinical features presented in this case. He was unable to suggest an explanation for the excess of protein in the cerebrospinal fluid. Male, aged 67. Two years' history of difficulty in walking, shaking of right hand, and shooting pains in the forearms. He has suffered from arthritis for many years and his hands show Dupuytren's contraction. The onset was gradual.
Phy8ical examination.-Arthritis of right shoulder, wrists, and some of the hand-joints, with wasting and slight fibrillation of right supraspinatus and first dorsal interossei muscles. Rhythmic tremor, with rigidity, of right upper limb. Ataxy of arms and legs, not associated with loss of postural sense. Cranial nerves, reflexes, and objective sensory reactions normal. Blood and cerebrospinal fluid normal.
Di8cussion.-Dr. YEALLAND drew a diagram showing the anatomical relationship between the left striato-rubral pathway and both superior cerebellar peduncles, and said that he regarded the clinical features of this case as being consistent with a single lesion in the region of the left red nucleus. The patient described the pain as "shooting", and demonstrated its nature by thrusting his left index finger in several jerks downward from behind the right wrist towards his thumb, index and middle fingers. He (Dr. Yealland) regarded the distribution as well as the character of the pain as consistent with a lesion in the posterior nerve roots rather than with arthrogenous pain. Moreover, he thought that the wasting over 8c and 1D corresponded anatomically with the root level of the pain distribution, viz. 6c and 7c, because in view of Lissauer's tract the sensory root neurons ascended, before terminating, to a higher segmental level, the corresponding motor neurons leaving the cord two segments below. Could such a lesion be connected. with the central lesion in this case ? Would it be fantastic to suggest the possibility of a neurotropic virus, being cultivated in a long-standing arthritic joint, proceeding from the posterior nerve roots to the ventral horn cells. Could such a virus extend by way of the cerebellar tracts in the cord to the cerebellum, and thence to the superior cerebellar pedunoles and-tbe left .ppllidal system ? The PRESIDENT asked if there was X-ray evidence of arthritis of the cervical vertebre.
